The possible existence of temporary gluten intoleranc: in children is stiUl a contentious subject. In early descriptions (Dicke, 1952; Visakorpi and Immonen, 1967) diagnosis was based upon serial clinical observations and biochemical tests of malabsorption when the child was placed on a gluten-free diet, and then later after gluten reintroduction. Jejunal histology was not studied. The child described by Walker-Smith (1970) had serial jejunal biopsies to confirm recovery, but even in this case the evidence was not conclusive.
The general argument used in the above cases is iUustrated in Fig. 1 group.bmj.com on October 29, 2017 -Published by http://adc.bmj.com/ Downloaded from gave a normal result of 29 mg/100 ml. The next day this had fallen to 11 mg/100 ml, but rose to 16 mg/ 100 ml one day later.
He again progressed satisfactorily on a gluten-free, lactose-and cow's milk-containing diet. 9 months later his mother reintroduced gluten-containing foods without ill effects. For the next 2 years he ate an estimated 5-10 g of gluten every day and continued to thrive. Serial xylose absorption tests and faecal fats have remained normal. Jejunal biopsies obtained after 9 months and 26 months of gluten ingestion are normal (Figs. 5 and 6 ).
Discussion
We believe that the criteria in Fig. 2 (Rolles, Anderson, and McNeish, 1975) . The fall in the one-hour blood D-xylose test (Rolles, et al., 1973 ) from a normal value of 29 mg/100 ml to 11 mg/100 ml one day later is characteristic of a positive response.
We did not attempt to show a histological change in the jejunal mucosa after challenge because the speed of the reaction to gluten was probably too quick to have produced an obvious alteration in the villous architecture. Perhaps in future cases it may be possible to show histologically a local immune reaction, such as has recently been shown to occur in the hours after milk challenge in cow's milk allergy (Shiner, Ballard, and Smith, 1975) .
The reaction to gluten in our case was fairly pronounced. We now consider that it is safer to delay any gluten challenge until the child is more than one year old (Rolles, et al., 1975) , even though it is likely that by that age many states of temporary dietary intolerance will have recovered and formal proof of their existence will be harder to find.
We do not think that this child has coeliac disease. He has eaten a diet for 2 years that contained 5-10 g or more of gluten each day, yet he is symptom free and growing normally, and his jejunal mucosa remains normal (Figs. 5 and 6 ). The timing of a relapse in coeliac disease is partly dependent on the dose of ingested gluten (McNeish, et al., 1974) . His high gluten intake would surely have caused at least a histological relapse within 2 years if he had coeliac disease.
The cause of temporary gluten intolerance is unknown. It may have much in common with the cow's milk protein intolerance that can follow gastroenteritis (Visakorpi, 1974) , and may have as its basis a temporary increase in absorption from the gut of protein macromolecules (Walker, Isselbacher, and Bloch, 1972 
